through normal development. This coordination between transmitter release efficacy and size of postsynaptic cell is often cited as an example of homeostasis, although independent but temporally coordinated control of these events during development has not been that control functional properties of the motor neuron.
Second, while TGF-␤ is shown to be required for one form of synaptic homeostasis, its roles, if any, in other homeostatic processes that operate even at this single synapse remain to be established (Table 1) . For example, a synapse with fewer presynaptic varicosities, created by manipulating levels of fasciclin II, shows normal synaptic strength due to a compensatory increase in quantal size . Does the TGF-␤ pathway that influences presynaptic growth and transmitter release underlie this mechanistically distinct form of synaptic homeostasis?
Finally, while muscle-derived TGF-␤ is shown to influence presynaptic properties, the underlying mechanisms remain unknown. In the future, it will be productive to explore potential interactions with other signaling pathways that regulate the growth and strength of the motor synapses, e.g., PKA, MAPK, CREB, and AP-1.
Varied Neuronal Interpretations of TGF-␤ Signaling
While it would be presumptuous to predict that TGF-␤ signaling will be involved in all forms of synaptic homeostasis, it would be wholly incorrect to postulate synaptic homeostasis as the only neuronal function of the TGF-␤ pathway. The duration and intensity of TGF-␤ signaling in neuin response to MAD activation; however, ectopic expres-
